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filter, nor between pseudophakic eyes after intra-
or extracapsular cataract extraction. Of the five
eyes with a disciform scar, three IOLs had an
ultraviolet filter. In four of the five pseudophakic
eyes with a disciform scar the IOLs were
implanted after extracapsular cataract extrac-
tion. No statistically significant differences were
found between pseudophakic eyes with brown or
blue irises.

Discussion

In this study we found a significantly higher
prevalence of histological disciform macular
degeneration after cataract extraction and subse-
quent implantation of an IOL than for an age-
matched control group of phakic eyes. This is
further reinforced by the observation of subse-
quent disciform macular degeneration in one of
the seven pseudophakic eyes that were excluded
from the series because of a lack of information
about age. It is assumed that the longer a lens is
in situ, the longer free radicals can be formed in
the eye by photic energy, a process which can
damage the retina. However, there was no
significant correlation between the period of time
between IOL implantation and death and the
histological degree of aging or degeneration of
the macula. The absence of ultraviolet blocking
chromophores in the IOLs was not associated
with an increase in macular aging or degenera-
tion. There was no significant correlation
between iris colour and macular aging. There-
fore our findings do not support the assumed
increase in both the formation of free radicals
and macular aging or degeneration.

The results of several studies on the preval-
ence of cataract and ARMD are rather contradic-
tory. Some authors think that the development
of a cataract protects the eye from harmful
ultraviolet light which might stimulate the
development of ARMD.*" Others conclude that
cataract and ARMD are age-related changes
which develop simultaneously in the same
person.' ¢ The results of another study indicate a
direct correlation between ARMD and cortical
cataract and an inverse correlation between
ARMD and nuclear cataract.” Aphakic eyes
exhibited a twofold increase in the prevalence of
ARMD with respect to phakic eyes without lens
opacities.’

Our own results suggest that the incidence of
disciform macular degeneration is higher after
cataract extraction with an IOL implant than
would be expected for a normal population.
However, we must keep in mind that a few cell
layers of fibrocytes, considered to be the begin-
ning of a disciform scar, can only be seen by the
pathologist and not by the ophthalmologist with
biomicroscopy. Clinically a disciform scar is first
visible when it comprises five or six cell layers."
Therefore clinical data on disciform macular
degeneration might represent an underestima-
tion compared with our histological data. In the
Food and Drug Administration (FDA) report on
intraocular lenses, postoperative macular
degeneration was not considered as an adverse
reaction but as a confounder and these eyes
(number not mentioned) were excluded from the
results.?
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For the development of disciform macular
degeneration there must be an ingrowth of new
vessels, originating from the choriocapillaris,
into the sub-RPE space. Normally Bruch’s
membrane forms a firm continuous mechanical
barrier between the- choriocapillaris and the
RPE. Thus a pathway through Bruch’s mem-
brane must be created.

One possibility is that the surgical trauma
causes ruptures in Bruch’s membrane, which is
known to be more fragile when thickened and
calcified.” The subsequent passage of new
vessels from the choroid into the sub-RPE space
is followed by exudation of serous fluid or
haemorrhage and the formation of a disciform
scar. In the four eyes with a disciform scar,
Bruch’s membrane was not more calcified than
in either the other pseudophakic or the control
eyes. In the fifth eye Bruch’s membrane was
markedly calcified, like an eggshell, and
exhibited many breaks. If we assume that
calcification is the main indicator for fragility of
Bruch’s membrane, our findings do not confirm
the hypothesis that breaks in a calcified Bruch’s
membrane are the main cause of postoperative
subretinal neovascularisation, but it can be one
of the causes.

A second explanation might be that macro-
phages, coming from the choroid, create a path-
way for neovascularisation by breaking down the
layers of Bruch’s membrane. Usually the thick-
ness of Bruch’s membrane increases with age,”
but in our study Bruch’s membrane in three
maculae with a disciform scar was abnormally
thin and sometimes even showed breaks, which
were covered by the scar tissue. Adjacent to these
breaks, at the side of the choriocapillaris,
histiocytic cells were seen in two of these eyes.
Others reported that after experimental laser
coagulation of the retina, Bruch’s membrane
first remained intact.” However, macrophages
were attracted, probably by released chemotactic
factors, and created gaps in Bruch’s membrane
after several days or weeks.” Macrophages can
also induce angiogenesis.® This laser induced
chemoattraction of macrophages might be
similar to the mechanism in eyes with an IOL, in
which cataract extraction or more generally the
surgical trauma acted as the initiating factor for
release of chemotactic factors that attract macro-
phages.

A third explanation is based on the differ-
ences, seen in Table 2, in subretinal neovascu-
larisation between the control group of normal
phakic eyes (3%) and the IOL group (8%). It is
well known that these new vessels easily leak or
bleed, even under physiological conditions."
During surgery several non-physiological condi-
tions occur, such as the rise in orbital pressure
during peribulbar anaesthesia, the drop in intra-
ocular pressure after incision, and mechanical
forces arising from manipulation of the eye,
irrigation, and aspiration of lens material, and
nowadays the-highly energetic ultrasound waves
used for phacoemulsification. All of these
non-physiological conditions might weaken pre-
existing new vessels or provoke further out-
growth or haemorrhage and thus subsequent
disciform reaction.

Other possibilities are the infiltration of
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Bruch’s membrane by endothelial cells and peri-
cytes of the choriocapillaris without pre-existing
breaks.” Even the infiltration of Bruch’s mem-
brane by single RPE cells has been reported.*
The importance of the latter two possibilities is
unknown.

The prevalence of large confluent soft drusen,
clinically often associated with neovascularisa-
tion, in the IOL group was similar to that in the
control group so it is unlikely that soft drusen are
responsible for the difference in the prevalence
of disciform reactions.”*

The higher prevalence of hard drusen in
pseudophakic eyes compared with phakic eyes
could not be explained. However, the presence
of hard drusen is not correlated with serious loss
of vision' or with the development of a disciform
reaction,”” and a causal relation is thus
unlikely.

There was no significant relation between the
presence of cataract and the development of age-
related changes in the macula. Thus there was no
indication that protection of the retina against
ultraviolet light by the cataractous lens in the
years before cataract extraction had prevented
aging or other degenerative changes in the
macula.

The best reference for assessment of the
changes in a pseudophakic eye after age-related
cataract surgery is the non-operated phakic
fellow eye, because the only difference between
the fellow eye and the pseudophakic eye is the
cataract extraction with implantation of an IOL
and the resulting change in conditions. No
differences were found between these two
groups of eyes. However, the number of pairs
was relatively small so that no valid conclusions
can be drawn from this finding.

We can conclude that in this study increased
prevalences of histological disciform macular
degeneration and hard drusen were found after
cataract extraction with implantation of an IOL.
"~ The exact cause remains unclear, but a direct
relation between either an increase in ultraviolet
light on the retina caused by IOLs without
ultraviolet filter or the duration of the increased
amount of ultraviolet light could not be demon-
strated. As far as the disciform scars are con-
cerned it seems more likely that either the
harmful effects of surgical trauma on Bruch’s
membrane or pre-existing sub-RPE vessels or
the attraction of macrophages, which break
down Bruch’s membrane and stimulate neo-
vascular membrane formation, plays an
important role. Further research is necessary to
discover any predictable risk factors or causes
that can be avoided.
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